fusion protein is functional, as it can rescue the por-T1
and coworkers have shown that strong por mutants are embryo lethal and consist of only a few highly enlarged mutant phenotype. GFP staining was found distributed throughout the cells; no pattern reminiscent of the micells, and this composition indicates that they play a role in cell divisions and cytokinesis [12] . The por-T1 crotubule distribution was found (Figure 2A) .
What is the function of TFC-C in plants? Steinborn mutant analyzed in this study is a weak allele. Homozy-gous por-T1 plants develop into mature plants that are reduced in size and are sterile ( Figure 3A ). This enabled us to study TFC-C's function in cell divisions, as well as the potential role it plays in meiosis and cell morphogenesis in diverse cell types. The por-T1 mutant exhibited cell division defects; although, it exhibited defects to varying degrees in different organs. While no cell division defects were found in roots, we observed aborted cell divisions in the leaf. In the por-T1 mutant, highly enlarged cells were found in the mesophyll (Figures 3F and 3G ). We also found greatly enlarged epidermal cells containing more than one nucleus, which suggests that nuclear divisions have taken place in the absence of cell division (Figures 3H and 3I) . Some of the enlarged cells had only one giant nucleus ( Figures 3J and 3K) . Thus, por-T1 mutants appear to be affected in both nuclear and cellular divisions.
The finding that por-T1 plants are male and female sterile suggested to us that meiosis is also affected. A closer inspection revealed that male sterility was caused by a rather unspecific abortion of microspores (data not shown). On the female side, we found that the embryo sac was completely absent (Figures 3B and 3C) . In wildtype, the female gametophytes develop from postmeiotic cells through three rounds of free-nuclear mitosis, followed by cellularization to the 7-celled embryo sac [14, 15] . The complete lack of the embryo sac suggests that meiosis is affected on the female side.
To study whether por-T1 mutants are also defective in cell morphogenesis, we concentrated on three cell types: root hairs, as an example of tip growing cells [16] ; hypocotyl cells, as an example of diffuse growing cells [17] ; and trichomes, as an example of cells with a more complex three-dimensional form [18, 19] . Under normal growth conditions, root hairs and hypocotyl cells were indistinguishable from wild-type. By contrast, trichomes appeared generally reduced in size and exhibited fewer branches. As compared to wild-type trichomes, which normally have three branches, por-T1 trichomes were either two-branched or unbranched (Figures 3D and 3E) .
A reduced level of TFC-C activity should result in reduced levels of assembly-competent tubulin dimers, and one might expect that, as a consequence, microtubule density was affected. Using a GFP:MAP4 marker line [20] , we studied the microtubule organization in wild-type and por-T1. Microtubule density was not obvi- and 2H) , bloated cells showed a random network of microtubules. Since the reorientation of cortical microtubules involves rapid polymerization [22, 23] , it is conceivable that, in por-T1 mutants, de novo synthesis of microtubules rather than the movement of existing microtubules is impaired. This view is consistent with the function of POR in releasing assembly-competent ␣/␤ dimers.
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